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A 55-year-old male, Saudi, diabetic and hypertensive patient
was admitted with uncontrolled hypertension and hypokalemia.
On clinical history patient revealed generalized weakness, poly-
urea and polydipsia. The patient had been suffering from hyperten-
sion [BP 160/110 mm Hg] for the last 20 years, and diabetes
mellitus for 1 year.1.1. Investigations
On investigation, Urea 6.3 mmol/l (2.5–6.4), Creatinine
106 lmol/l (62–115), Na 142 mmol/l (135–145), K 2.99 mmol/l
(3.5–5). Spot urine K 36.66 (8–200), 24 h urine Na 128 (40–220),
K 62 (17–125), Ca 7.904 (2.5–7.5), and Cl 59.05 (90–250). Arterial
blood gases pH 7.47, PO2 93.6 mm Hg, PCO2 42.8 mmHg, Bicarbon-
ate 30.3 mmol/l, HbA1C 12.9%. Moreover, serum and urine aldoste-
rone levels were high, with suppressed plasma rennin activity both
in a supine and upright position. A Computerized Tomography scan
[CT scan] of adrenal glands showed left adrenal hyperplasia.
Further investigations were carried out, including 24 h urinary
collection for free cortisol 152 nmol/day (N), Serum Cortisol at
8 am was 108 nmol/l (N), ACTH 103 pg/ml (N), 24 h urine meta-
nephrine <0.3 lmol/day (N), 24 h urine normetanephrine
1.11 lmol/day (N) Serum aldosterone 1418 pmol/l [Normal rangeellitus. Published by Elsevier Ltd.
es Center, King Saud Univer-
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Oup to 417 pmol/l], 24 h urine aldosterone 174 nmol/day [Normal
range 8–83 nmol/day], Supine Serum rennin 1.7 mU/l (4.4–
46.1 mU/l), and serum aldosterone 1436 pmol/l [normal range up
to 417 pmol/l], After 4–5 h upright Serum rennin 1.17 mU/l (4.4–
46.1 mU/l) and serum aldosterone 1402 pmol/l (417 pmol/l). Fur-
thermore plasma aldosterone: plasma rennin activity was 844.7
and Duplex scan of renal artery showed no stenosis in renal arter-
ies bilaterally.1.2. Questions
1. Identify the ﬁndings indicated by a given arrow on a CT scan
2. What are the causes of primary hyperaldosteronism?
3. What is the most likely cause of hyperaldostronism in this
patient?
4. Is he a T2 Diabetic?pen access under CC BY-NC-ND license.
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(1) The lateral limb of the left adrenal gland is diffusely promi-
nent, showing unremarkable parenchymal pattern with no
deﬁnite focal lesion, measuring about 1.3 cm in thickness.
(2) Solitary aldosterone-producing adenoma (Conn’s Syn-
drome), Idiopathic Hyperaldosteronism (Bilateral), Primary
adrenal hyperplasia (unilateral adrenal hyperplasia), Adre-
nal carcinoma, Glucocorticoid-remediable aldosteronism.
(3) Unilateral adrenal hyperplasia.
(4) Most likely secondary to hyperaldostronism.
2. Discussion
In a hypertensive population, primary hyperaldosteronism has
been reported to have a prevalence of 0.1–2% [1], with the main
causes being aldosterone-producing adenomas (50–70%) [2] and
bilateral hyperplasia (30%) [2]. However, there is a third rare entity,
called unilateral adrenal hyperplasia, that contributes to primary
aldosteronism [3]. The syndrome of primary aldosteronism, ﬁrst
described by Conn in 1955 [4], is characterized by hypertension,
hypokalemia, suppressed plasma rennin activity and increased
aldosterone excretion. The possibility that UAH (unilateral adrenal
hyperplasia) can cause primary aldosteronism was suggested by
Ross in 1965. UAH is also sometimes termed PAH (Primary adrenal
hyperplasia). The most likely diagnosis of hyperaldostronism in
this patient was unilateral adrenal hyperplasia which is a very rare
condition.CT and MRI are used to localize the overproduction of aldoste-
rone. CT scan can detect adenomas as small as 1 cm in about 80%
of cases [5]. There are other tests available to distinguish unilateral
from bilateral disease. Adrenal venous catheterization with selec-
tive blood sampling for aldosterone remains the cornerstone for
the localization of aldosterone production. Determining the later-
ality of aldosterone secretion by this method has an accuracy of
95% [6].Statement of propriety interest
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